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monoplegic in its distribution, although when ihe^c changes are of
sudden onset, as in embolism of the middle cerebral artery, the initial
paralysis may be completely hemiplegic.  Moreover, uith a cortical
lesion epileptic attacks, particularly of the focal or Jaekbonian type, Jacknonian
are often noted. In arterial thrombosis one or more of these attacks ^//<w
often precede the onset of paralysis: a tumour of the cortex may give
rise to frequently recurrent convulsive seizures in the opposite limbs
followed by transient paralyses for many months before a persistent
hemiplegic weakness becomes established. When the left cerebral hemi- Aphasia
sphere is the site of damage in a right-handed person, an aphasic
disturbance of speech of the expressive or motor kind can be expected
whenever the hemiplegic weakness involves the face.
(2)—Internal Capsule and Optic Thalamus
Destructive changes in the internal capsule resulting in a hemiplegia
almost invariably lead to a disturbance of sensibility on the same side
of the body and in many cases also to an homonymous hemianopia in Hemianopia
corresponding parts of the visual fields. If the lesion responsible for
this damage invades the optic thalamus on the same side, the additional Thalamic
motor symptoms of hemiataxy and hemiathetosis in the weakened sy/ufrome
limbs may be conspicuous. When the optic thalamus suffers most and
the adjacent internal capsule is damaged to a smaller extent, the hemi-
plegia, initially severe, may later to a large extent clear up and sensory
symptoms of thalamic disturbance come to dominate the clinical
picture. From the outset there is impaired recognition of painful and
of thermal impressions received from the opposite side of the body,
but the condition of thalamic hyperalgesia, with spontaneous pains and
paraesthesiae of an unpleasant kind and with exaggeration of the
affective response to painful stimuli which are sufficiently severe to
be elicited at all, usually develops some months afterwards and tends
to become more severe as time goes on.
(3)—Mid-Brain
A unilateral lesion of the mid-brain below the thalamus may destroy
the pyramidal tract in the crus cerebri on one side. The resulting hemi-
plegia is invariably accompanied by some degree of hemianaesthesia,
which in this case affects all forms of sensibility from the opposite side
of the body, and often also by other symptoms due to damage of nerve-
cells in the mid-brain. Thus damage of the red nucleus may result in Red nucleus
the appearance of a slow rhythmic tremor of the hemiplegic limbs and syn"rome
a clumsiness of movement which is out of proportion to their weakness.
With this there is usually an ocular motor palsy of nuclear type on the
side opposite the hemiplegia—a group of disturbances sometimes
described as Benedikt's syndrome. Occasionally these other structures Benedikfs
escape, but the third nerve is destroyed, with the result that a hemiplegic synerome
weakness on the opposite side of the body is associated with paralysis Weber's
of the external ocular muscles innervated by the third nerve on the same syncrome
side (Weber's syndrome).

